Introduction
Henoch-Schonlein disease (anaphylactoid purpura) is a clearly defined syndrome. It is characterized by non-thrombocytopenic purpura, polyarthritis, localized subcutaneous oedema, glomerulonephritis and gastrointestinal manifestations including bleeding and small bowel obstruction. Its aetiology is unknown but circumstantial evidence implicates hypersentitivity to bacteria, viruses and food (Robinson, 1977) . All ages may be affected but the syndrome is more common in children (median age 4 years). The underlying pathological process is vasculitis with perivascular accumulation of polymorphs and erythrocytes, together with glomerular deposition of immunoglobulins, particularly IgA and complement. The clinical picture is thought to reflect the severity and site of immune complex deposition (Cream, Gumpel and Peachey, 1970 Several mechanisms have been proposed: recanalization or resolution of an in situ thrombus, coronary artery emboli, coronary artery spasm, abnormal intramyocardial vessels, abnormal haemoglobins affecting oxygen transport and platelet aggregates with prolonged disaggregation time. A combination of coronary artery spasm (Cheng et al., 1972) and platelet aggregation (Oliva and Brechinnidge, 1977) has been postulated as fundamental in the pathogenesis of the infarct. In the case described, the sequence of events is thought to have been as follows: the patient had chronic vasculitis in the kidney and coronary arteries due to Henoch-Sch6nlein disease. Vascular endothelial damage caused platelet aggregation which provoked coronary artery spasm and myocardial infarction. Release of vasodilators (such as prostacyclin) led to reversal of the spasm, with distal einbolization of the aggregates which were too small to be seen on angiography. Later, systemic emboli from a mural thrombus occurred to the leg and left kidney. 
